Recent studies suggest that release of Ca 2+ stores from the endoplasmic reticulum (ER) to the cytoplasm contributes to neurodegeneration initiated by hyperactive MEC-4 or Gα s [20] . Forced release of ER Ca 2+ by treatnecrotic cell death in animals treated with thapsigargin. We obtained similar cell-death suppression by RNAiment with thapsigargin, a compound that also inhibits SERCA (an ER Ca 2+ -reuptake pump) and leads to a net mediated knockdown of vha-10 ( Figure 4A ). 
Perturbation of ER calcium homeostasis is known to cytoplasmic calcium ([Ca
2+
